PARP2 deficiency affects invariant-NKT-cell maturation and protects mice from
mice are protected from ConA-induced hepatitis (15, (26) (27) (28) remodeling and the recruitment of DNA repair complexes (8). In the last decades,
117
PARP1 and PARP2 have also been found to play an important role in inflammation
118
(4) and cell death (30) . In this study, we aimed to better define the roles of PARP1
119
and PARP2 proteins in ConA-induced hepatitis using the Parp1 and Parp2 knockout 120 mouse models. ConA-induced hepatitis as they had significantly lower (4-fold) levels of both AST and
215
ALT than WT mice (Fig. 1A) . Accordingly, H&E coloration of liver slides from Con A- excluded and the phenotypic analysis of liver immune cells was determined using the 241 gating strategy presented in Figure 2A . CD4:CD8 T-lymphocytes were also similar in the livers of both genotypes (Fig. 2C ).
245
We next analyzed the NKT-lymphocyte population, defined as CD3, TCRVβ, and five-week-old mice and of 1.5 fold in 10-12-week-old mice (Fig. 2D ). However,
251
PARP2 deficiency did not impair the increase in the percentage of liver NKT cells as 252 the mice aged ( Fig 2D) . We also observed that only the percentage of iNKT cells, but 253 not NKT DN cells, was significantly lower in the Parp2 -/-mice at both ages (Fig. 2E ).
254
The absolute number of liver immune cells was similar between both genotypes, 255 whereas the number of iNKT cells was lower in Parp2 -/-mice. We thus aimed to to further decipher the role of both proteins in the liver.
359
We analyzed the thymus and bone marrow of Parp2 -/-mice to identify the cause of 360 the systemic reduction of iNKT cells detected in these mice. As previously described, The rearrangement of TCR occurs at the DP-thymocyte stage and involves DNA- 
